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Abstract

AIM: To explore the relationship between the
change of reactive oxygen species (ROS) and
DNA damage caused by Helicobacter pylori (H.
pylori) infection in gastric epithelial cells.

METHODS: H. pylori ACTC43504 (CagA®,
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VacA") infected GES-1 cells were used in this = # % % #

study. Live cell imaging system was used to ob- (He-
he ch. £ int llular ROS d . licobacter pylori,

serve the change of intracellular cand ami- 00

croplate reader was used to detect intracellular
ROS level. Single cell gel electrophoresis comet . , A
assay was used to detect DNA damage. pylori

RESULTS: ROS level was proportional to H.
pylori concentration, and the ROS level was the
highest when the MOI of H. pylori was 300 : 1.
Various concentrations of N-acety-L-cysteine
(NACQC) could significantly inhibit the genera-
tion of ROS caused by H. pylori infection. H.
pylori could cause DNA damage. After NAC
pretreatment, the values of tail length, comet
length, tail moment, and Olive tail moment
had a clear downward trend compared with
the H. pylori group.

CONCLUSION: H. pylori infection in GES-1 cells
increases intracellular ROS level and results in
DNA damage. Inhibition of the generation of
ROS could reduce DNA damage.

© 2014 Baishideng Publishing Group Inc. All rights
reserved.
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Marshal 1Z:7E 19844 K B 1 5 M 7E 15 36 A1)
B [ VU2 e B (Helicobacter pylori, H. pylorr).
H. pyloriZ—FH 2 RHM. MFHEERE, &
Pl AR N O — 2R 5 2R R
FHSRHL g TR AR S T 8 A DAL 1 i A
WRERH. pylori¥4 Bl Tb & A B %V i
(RS TiH. pylorifEU% £ FEME 5 e 6 B
B A Y A B ) 5 DDA O T TR
(reactive oxygen species, ROS) & AEW1E N 75 4
AU R R A — RN, 25
MG S 25— RINEWFER. F
WFF R, H. pyloriB s )G v S SN AN
ROSH =, HROSHIEWSH. pyloriffy & &
FE L I 0] S22 IR AR DG 1. i R RO S R FE A Ak
R AR, TTAEON2H B JIE Jot H 51 A2 DN A%
MR, T A R I DU AT AR DR B A A R
HfE 5 R AR Y. LR REHLAAR O SAE i 5
BRI EDIRAS, M T aric G EEY

.
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SRMAARSMIE 72K 2 e K 2 B i, B e
M AR S E T SGBEAE 5 4% S 55 7 W] fE
AAE e H . DRI AR 78 ik FH 1 40 i =2 B B &
JE4H M RGES-1, DU U (0 FoH. pylori&is
I FEFHROSHIZKF SDNAF MG Z A 1% &, PL
H—BRTH. pylorifIn] BeBURALEI, NH. py-
TorfIB G IAES I B V6 SRWS 1) ) E 2 B BR 1R A1
Az

1 #RRTSE

1.1 NB R LR AGES-15H. pylori
ACTC43504(CagA”, VacA )ik B k15 B B
K2 55— P = B 8 AT FE BT B AL 40 i % 77
HEDMEM. Ji4 M (Hyclone A &), TG Mg
E M (GRREEAEYD), 2 i e B R Al i T
P9 T 45 1] o), TR SR B
K), P E R EDNAR R IR S (A
).

12

1.2.1 H pylori ¥ NBFE LB 4H
HIGES-1IIA % 10%6 4 175 51%M F i 5 R
fJHyClone =i #EDMEM: 723, 1EH. pyloril&yL
GES-140junl, 407548 H Lhd RS
10% i 2F I35 1 = B DM EMBEAT B 7%, 40 s
FEVITRBEAEZT "C L 5%C O, 1 15 9 46 v 45 5%
H. pylorffMp T2 s ih AT B 3G 7 dik vhr, Horp 5
10% B B WL NE 7 1ML, B5FR4E37 C . 85%N,.
10%CO,+ 5%0, M4 1773 d.

1.2.2 H. pylori I B AR RS
diIH. pylori, F— IR SRNE EIREH. pylori
B H S 0 2 1 4% 0 1H) S DMEMES 77 25 1.5 mLIK)
THEPE H, 4 C 12000 g 0210 min. B0 )5
7 LiE, MPIDMEME R, &5 5o 8
MR 3N A B R B2, 0 S AEE 23 D' 6 B2 11660 nm
Ab I AN A, TR FIAME, 14 =
10° cfu/mL.
1.2.3 GES-1
ROS DR ECE KN GES- 141 i
Iy P, — 2 AE B 7R B IS )R B 1
H. pylorii&EHMOI 25 1. 50 2 1. 100 : 1.
200 : 1. 300 : 1), 4k&ekE9%6 h; g%t
HOIINAS [FJR FE RN - 2B Y- I S B (V-acety-L -
cysteine, NAC)(5. 10 mmol/L) il 4t ¥EGES-1
M1 h, H. pylori ¥ DA R EE(MOL 25 & 1,
50 2 1. 100 : 1. 200 : 1. 300 : 1)&JGES-1
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[RCP XS
H. pylori
ROS
D48 0 25:1 501 100 : 1 200 : 1 300 : 1 DNA
H. pylori
H. pylori 72.7+ 8.4 72.8+ 7.4 77.2+ 15.2 97.5+ 20.5° 99.6+ 6.9 118.3+ 14.3" ROS
5 mmol/L NAC 72.7+ 8.4 423+ 1.7° 43.0+ 55° 50.5+ 3.0° 61.7+ 3.3 65.4+ 6.0° DNA
10 mmol/L NAC ~ 72.7+ 8.4 39.2+ 0.2° 42.3+ 0.3° 445+ 0.3 46.2+ 0.2° 51.5+ 0.3°
3p<0.05, °P<0.01 vs . H. pylori: ; ROS: i NAC: V-
paxi:) B EE2K =] OlivefE4E
Control 10+ 5.244 103+ 16.130 0.220+ 0.330 0.430+ 0.450
H. pylori+GES-1 123+ 32.480° 291+ 48.030° 27.270+ 8.380° 19.260+ 3.240°
NAC+H. pylori+GES-1 52+ 18.840° 159+ 15.690" 4.880+ 3.060" 7.030+ 3.950°
°P<0.01 vs Control ; °P<0.01 vs H. pylori+GES-1 . MOI: ; H. pylori: ; NAC: V-

ML, dkZEREFR6 hy [FIN vt A B A
(GES-141 fg) A1 FH 14 Xt HE 41 (GES-1+Rosup); %
R R 2 R e BEARG W  7)  7 2 Ah BEE H if  5
BOOCIRES, 1 2 T REBEAR X (488 nmiUR
£, 525 nmA&R S K ) ST GES- 141 i Y FlIROS ¢
DR FEHEAT 8 B BUAS I A M AR S I FITC
S008I IE ML GES- 140 i AR O S %¢ 638

1.2.4 GES-1 DNA
B BUE R WIRGES- 14, 4% BB 4
MBS, AT 6 FLIRER AR, it AR IR AL
pylori FNACHL, F:FL4NI%4 X 1077y, F5lk
EEJG FNACZAIMANAC(10 mmol)FiAbEE1 h,
SRIG 0 WAEH. pylori A FINACZH#ZMOI 300 :
VB YLGES-1, H. pylorif&46 hGFH 2 H 775,
VKA PBSTE LK, JERGHE I, S0l EEH
PBSH 2 GES- 141 % % A1 X 10°4/mL; %
L2 B S0 R B O R AR RO AT = R R
2% . AR . DNAMRIZHE. gl
WK RIS G, B fE BT A A
SRR, 8T CASPHAE > HTDN A
TR .
1.2.5 : K Casp A4 £
GES-141/f8 WDNATR 1, FfibLizk ££20-1 20 i i
EGES- 141 EK . HEK., B, Olive
AR,
FISPSS17.04¢ it 8 A 43 #r.
HE R imean+ SDIE KR, £ 41
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BOR B R R T Z o i, #AT 7 Z 5 R,
P<0.05FRR 27 H it # R

2 B8
2.1 GES-1 ROS
M 1A LLE HIE6 hif 8] £, ROSHI %

R EEBEH. pyloriHIAE R BESE I im 1Y 5, 2
MOI 300 : 1IfROST i 5. K245 KW, A
pylorift300 @ 1EJGES-1 6 h, PHMEXT A 5
HaliH pyloriH ¥ H 2 HAIROSYE 5, NAC
Tisb Bt FIGES- 140 3R It LUAH. pyloriHTE
IKIKIRO S/, I HBEENA CAE F K 11 1
I, ROSH) D HRFEIZRHTES. ME1F LU H,
H. pylori?l6 hA 7 GIEAWRILNROSHIZK
SR, pylors (¥R FE IR 38 g i g m, H.100 :
1(P<0.05), 200 : 1. 300 : IKEHIROS/KT 5
A ZE RS EA G R L(P<0.01),
FAXNIEA 55, 10 mmol/L NACH Z R H
BESG R X (P<0.01, HHS5 mmol/L 300 :
11}P<0.05).
2.2 GES-1 DNA

ME3ET UG HH, pyloriA 3 R A& B2 A X
HRZHFE K NACTIAREE 5, Ho8 B i 2 K.
pylorrd W B4 50, (AR BN IRZE K, K2
W LUE HH pylori K. HEK, B,
Olive BB AN M, ZR AFRES
TH# L (P<0.01); NACTIA S, &K, HA
K. B, OliveBH 5H. pyloriHAH L 5 ks>
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1 WM NEFEURERERR L6 hiTGES-14BIEAR0STK Rk ( x 200). A: GES-1; B: MOI 25 : 1; C: MOI 50 : 1; D:

MOI 100 © 1; E: MOI 200 : 1; F: MOI 300 : 1. ROS:

A, Z55A BE SRR L @P<0.01).

3 11E

ROS H 7 %040 i 76 AR i £ A 77 A, 72 40 i 13
TG R R R R R CEEAEH. H py-
lori Y B b R A0 M 5 mT A5 5 8 A B R 78
YEAn gt T A IR A, pylori Tl i@
b VO B A, 2 1T AR i S A B (spermine
oxidase, SMO)_L i, SMOA] £ #H,0, M4 Ak,
T B R AR 2 A A, A B A 2R C N 2R R AAORE
BN, B Caspase3ifith, M 5IEE
R T, R G I SR, B gk ¢
iEAVEIE XS, H. pyloril&Gen] 7 5 B B
SR RORE, B BE A MR AN R 2
¥R, A ELHEH,O0,7E A IR O S #3878 7
Az SRR IX L g RE 41 T3 R 40 i
F U R BE R F o(tumor necrosis factor-a,
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; MOI:

TNF-a). y-T# % (interferon-y, IFN-y). H
/2 -1B(interleukin-1B, IL-1B), Hl¥#H_E 57 40
ROSHIHER, 5l EAL PRI . 78 e 48 L 1
2140 i b R I A B AT R B3R, R
WA NS 1 26 AT S B N A AR H pyloriff
PR TR EAGSA N ROS/KF T, HS
H. pyloriBEYk g K i 2 1E ", A pylori
PR AT B FROSHIA R, 0T 2 41 g
Wk JR A2 B H K (reduced glutathione, GSH)
7K, SEDNAFG. R RHA
pylori HARA S RIA] =4 ROS. N EH — R
FIPUEM R G DR E4ERRR N RO SR,
T 3 HCFE 28 AN 2H 240 B B KT S B
A R A& 52 B8 B 52 40 10 43 1 R4 A5 DAAE I,
{HROS 1 AE BoAE A3 8 1 40 f I Bt ge 0, =
FHURAL T H A RLECRES . ROS 2 241 i Dy e (1
B G, R LR O S AT 547 40 it fIE R

2014-12-18 | Volume 22 | Issue 35 |



.ROS

DNA

B 2 NACTALMERG, Wi NEFFELAMOI 300 : URRRGES- 14826 hBTROSEEIEZRK( x 200). A: Blank; B: Rosup; C:

D: 5 mmol/L NAC; E: 10 mmol/L NAC. MOI:

; ROS:

i NAC: V-

MOI: y NAC: V-

DNAMIEE [ 5, BN IEH A Lhae, o ek
AR T BIRBE, AR KT ROS X 4l A AT fie 4
FHAE Y. NACA & BA S LE 1k, [ Al
A W H IR I PR A BE 0, FLE R Y SR R W]
SLiBURECE R ANA € PR iUE SNV & LS UL
AL LB P AR 50K AL #E i (G ES-1
e B D CFH-DAZOGIRE 5, G 40
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B 3 NACHAME 5 IR FERRZGES-14BI2(MOI 300 : 1)6 hBYDNAIRHZE{K( x 200). A: GES-1; B:

; C: NAC.

TAREE M EROSHIE S AL, 33— M
FEMMER, (2T 2O6 SR T gt A
MIANF, WTBE H BLSOLE M AR AL, B A S
[ IR 7 2 T BE 2 JC B R X ROSHEAT 5E B A
I, w0 HAE UK A2 96 FL 2R 0 3% S FLAR,
A LMR B (B 1k B AL Z [ 9O T30, %
W Hsk Wl g E LRPIMITIE, KBLH. py-
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lori//&GGES-141 5, ROSHI & E5H. pylori
HI/E RS 2 IE LG, NACHE W% B 5 (1 #0 l A.
pylorifE G IROS/KG-. A kiR E R &
TE L E (2", 7'-dichlorofluorescin, DCFH2)
AT R R, SEAE. SR
i 21 45 S B O B A SO R (di-
chlorofluorecin, DCF), {H /&8 % B & F H A i
D CFH2HAE il AT 7 S IDCF™ Y, S 9 25
T A BAELRLAR AP DRI R 2 A R AR
9 25— W] e B 4 1 S B 4 R AR 7K S R O S A2
e IE L.

B VEH. pylori &Y —J51H ol @i K
DR ¥4 i 4t it AR BUR Ve AL, R I 12 PR
pylori L] 5| i BE I S B, S EUEPE R
fiE. B ARIEFTEUKIIROS . 4 A 7 K fb A
TR FEDNATG KA 18 4% MR loAs Je
AR, AT (et B b i 40 i i e A8 L5,
AR RABOEY R = L E WA (diethyl-
nitrosamine, DEN)i% 5 FIDNA #5147 7] {2 3 31 58
PESHOAE T, P EUCRNE S8, 3 17 {12 a3k Jie g 1)
J&. AT PR IROS P 4 7] 51 FEDN A%k
W, DNAT Al EUEpS3ME T, S
KR DR RS, I 5] A T 1B ION ML,
W CaspaseH & 5 AT H. pyloriFHx
AT IR A A G SR O SA= i, 12 s 4 i %
EPEDN AT S5 40 B T2, B A7) AT ad i s
/BAROS, HBEIMRFEDNABG, B (kg -,
NACEA M PPUEMT, H pylorriEGen] 55
CaspaseiSifL FIDNAWIZY, HLEFINACKH
)G WA, pylori B4 G FTids S 1) 41 i
T, DulgerZ P 7N N R, pylori & Tl fi
R/ A0 B I IRR B2 40 B DN A 43 R0 AR AL R 3,
A BT BRAR K R B e AU PRTTITR O S &
BHAWAEH. pylori BG5S FIDN A4 ke
FIHEERER. RIS RHCASPERA /1T E &
PEK. HEK. B, OliveEBiME/EFNDNA
W RS %$abs. BILH. pyloriLAMOI 300 : 1
JRYLIEH B A0 RGES- 14126 hiYDNA
WS REM, H pylorilFIEK. EEK.
FEH . Olive BHBURIKYLH. pylori A B W1
1, RWIH. pylorinl 5l H L EAEKDNA
. FAGEE FTANFINACTHIALHGES-1
A, KIINACLH % DN AT T b5 B E LA
pylori A W [E8, RPNACH ] B
DNA#. R4 ATHIROSKIM L R, RPINAC
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WD H. pyloriTh s IROS, M AL
PEDNAH 1.

B2, R FCRILH. pylori & J-GES-15K ,
H. pylori/&Jn] S35 8 LA MM ANROSE =T+
fa, BT FEGALEDN A, 1P AT e R
BIXFDNAR.
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